Introduction
Non-Hodgkin's lymphoma has an extranodal origin in approximately 10 -25% of cases.' Adrenal involvement at the time of presentation is rare and may be difficult to establish. Surprisingly, adrenal involvement by lymphoma at post-mortem occurs in up to 35% of cases, usually associated with retroperitoneal lymph node involvement. 2'3 It is generally believed that at least 90% of adrenal cortical tissue must be destroyed before the clinical features of adrenal dysfunction ensue. 4 We present an unusual case of Addison's disease in whom large bilateral adrenal masses proved to be centroblastic lymphoma on biopsy.
Case report A 59 year old man presented with a 6-month history of nausea, vomiting and lethargy associated with night sweats and weight loss. On examination he was noted to have increased palmar crease pigmentation. His blood pressure was 110/70 mmHg. Abdominal examination revealed two large abdominal masses which moved with respiration. Both the liver and spleen were palpable just below the costal margin.
The patient had a normocytic normochromic anaemia with a haemoglobin of 10.4 g/l. Serum sodium and potassium were normal but the urea was raised at 15.3 mmol/l. Blood glucose was 7.1 mmol/l. Alkaline phosphatase was raised at 336 IU/I with a raised bone isoenzyme, otherwise the liver function tests were normal.
Thyroid function was normal. A short Synacthen test (Ciba,UK) was carried out (250 jLg of tetracosactrin intramuscularly) which showed a baseline cortisol of 300 nmol/l, 20 minute cortisol of 340 nmol/l and a 60 minute cortisol of 340 nmol/l. Corticotrophin (ACTH) was raised at 98 ng/l confirming Addison's disease. Adrenal autoantibodies were not assessed.
Abdominal ultrasound revealed bilateral adrenal masses with enlargement of both liver and spleen. These findings were confirmed on abdominal computed tomographic (CT) scanning (Figure la,b) . There was no evidence of lymphadenopathy elsewhere. The left adrenal was biopsied under CT guidance. Histology showed complete replacement of adrenal tissue by a population of large malignant cells with rounded nuclei and multiple nucleoli (Figure 2 ), which precluded any histological assessment of a pre-existing autoimmune process. Immunohistochemistry showed these cells to express leucocyte common antigen (CD45) and the B cell marker MB1 (CD45R). T cell markers UCHL1 and MTl were both negative. A diagnosis ofa high grade B cell centroblastic non-Hodgkin's lymphoma was made. The bone marrow aspirate and trephine were normal with no evidence of infiltration by centroblasts.
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